Atherosclerosis of cerebral vessels (Grunnet 1963) and hypoglycaemia (Bale 1973) are thought to be involved in the premature intellectual deterioration which occurs in some diabetics. Two diabetics are now reported who, in the course of their investigation for intellectual deterioration, were found to have communicating hydrocephalus.
incontinence and memory loss. She was normotensive. A CT scan revealed dilatation of the ventricles predominantly involving the temporal horns of the lateral ventricles. No appreciable gyral atrophy was present and the appearances were compatible with communicating hydrocephalus. Intracranial pressure monitoring revealed elevated ventricular pressures, and a ventriculoperitoneal shunt was inserted with some clinical improvement in higher cerebral function and a considerable reduction in ventricular size on CT scan ( Figure I ). Mean random clinic plasma glucose was 12.4 mmol/l, Case 2: A 64-year-old, female, maturity-onset diabetic of 8 years' duration was treated with diet and chlorpropamide. She had a history of mild hypertension which was treated effectively with bendrofluazide alone. In 198I she gradually developed mild dysphasia, and non-verbal tests revealed deterioration in visuospatial and constructional ability. Orientation in time was poor. A CT scan demonstrated moderate generalized enlargement of the ventricular systems, including the temporal horns of the lateral ventricles. Cortical sulci were not prominent and the appearances were of communicating hydrocephalus. Cerebrospinal fluid (CSF) pressure monitoring was not performed because of technical difficulties. Diabetic control had been good with a mean clinic plasma glucose of 6.8 mmol/l.
Discussion
Communicating hydrocephalus is characterized by panventricular enlargement with obstruction to the flow of CSF in the subarachnoid space, distal to the outlet of the fourth ventricle (Pickard 1982) . There is free communication between the ventricles.
In the two cases described here, the communicating hydrocephalus was discovered during the investigation of intellectual deterioration in diabetics. The hydrocephalus is considered to be primary because of the absence of cortical atrophy seen on CT scan in both cases, with confirmatory CSF pressure measurements in Case I. In general, communicating hydrocephalus is more likely to be due to obstruction of CSF flow rather than impaired CSF absorption or excess production. Acquired obstruction of exit foramina or subarachnoid space leads to enlargement of the entire ventricular system and is commonly due to (Milhorat 1972 ). There were no obvious episodes in these patients' histories to suggest infection or haemorrhage, but it is well described that episodes of infection leading to communicating hydrocephalus are frequently undiagnosed antemortem (Russel 1949) . Thus the likely causes here are an asymptomatic preceding infection or a more obscure cause. Glycosylation is known to increase basementmembrane thickness, and it is possible that this mechanism could cause a reduction in absorption of CSF by arachnoid villi in diabetics.
Hypoglycaemia and premature cerebral atherosclerosis are often sought in the diabetic with intellectual impairment. It would seem appropriate also to look for communicating hydrocephalus, whether or not it is a specifically diabetic phenomenon.
